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Abstract Objective: To investigate the distribution of Wenzhou area blood donors, Kidd blood group antigens
and assess transfusion mismatch risk of Kidd blood group. Method: From March 2013 to September 2013, random-
ly selecting 672 blood samples from Wenzhou area blood donors identified Kidd blood group antigens by microplate
method. Then these suspicious Kidd blood group antigens were confirmed by serological method. Result: In 672
blood donors ,the phenotype distribution of Kidd blood group was as following: Jk(a+b-+)(47.77%)>]k(a—b
+)(31.84%)>]k(a+b—)(20.39%),n0 Jk(a—b—) was found, The gene frequencyes of Jka and Jkb was
0. 442 8 and 0. 557 2 respectively. The rate of Jka and Jkb mismatches was 0. 2141 and 0. 1576 respectively. The
differerence between the expected and observed values of the Kidd blood group was no statistical significance( P>
0. 05). Hardy-Weinberg, the goodness of fit test results were good. Conclusion: There is great different distribution

among the gene frequencies of Kidd blood group antigens. The rate of Jka and Jkb mismatches in randomized clini-

cal blood transfusion total 0. 371 7, Attention should be paid to protect the safety of clinical transfusion.
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